Summary: The binding of [ 125 I]insulin to erythrocytes, glucose and insulin were determined before and l, 7 and 35 days after ingestion of 2 X 60 mg 16-methyleneprednisolone. None of two groups of volunteers (7 males, 4 females) showed clear alterations of the insulin binding parameters (K a and R 0 ), or of the fasting Cortisol, glucose and insulin concentrations.
Introduction
Glucocorticoid admMstration is knöwn tö produce insulin resistance (1) and it has been suggested that the diabetogenic effect of cöfticosteroids njight be mediated, at least in pärt, via changes in insulin receptors (2) . Until now quite different »results on the effect of glucocorticoids on insulin binding häve been reported (2, 3, 5, 9) . There-"fpre insulin binding on erythrocytes «was studied in normal volünteers after an acute high-dose steroid treatment which is currentiy being used clinically in man.
Materials and Methods

Subjects
Two groups of subjects were investigated: (A) 7 healthy males and (B) 4 healthy Each of them received each 60 mg of 16-methyleneprednisolone (Decortilen, Merck) at two süccessive days. Heparinized blood samples were drawn by venipuncture in the fasting state before steroid ingestion äs well äs 24 hours after the second dosage, 7 days later and after 5 weeks.
Insulin binding studies Insulin binding was performed according to the procedure of Gambhir (6) with slight modifications (4 In view of our reccnt finding of a critical ligand concentration (8) , the analysis of binding data was performed on the initial pari of the Scatchard plot up to a total ligand concentration of about 2 nmol/1. Individual Scatchard plots were made for each subject, and receptor affinity and concentration were calculated from the initial points of the Scatchard plot by linear regression methods. Statistical analyses were carried out using the Wücoxon tcst for paired data. From the total binding data, the analytical, the intra-and the interindividual variances were calculated. Endogenöus Cortisol tended to decrease one day after steroid adininistration and to increase afterwards whereas insulin seemed to be slightly eleväted after orie day followed by a normalizätion, but nöne of the differences were significant. Plasma gjücose levels, too, did not ê xhibit significant changes ( fig. 3) . In females there were slight differences in K a between days 7 and 35 äs well äs in R 0 between days l and 35 and between days 7 and 35. But these differences could be calculated only for p < 0.2 ( fig. 2 and tab. 1 Receptor binding data were calculated from the terminal part of the Scatchard plot. As can be seen by the analysis of variances one would expect sufficient reliability of the results only from data in the lower ränge of total ligand concentrations, i.e. from the initial part of the Scatchard plot. We demonstrated that the binding Parameters K a and R 0 calculated from the initial part of the Scatchard plot (up to total ligand concentrations representing the half maximal Inhibition concentration of the System) were nearly identical with those calculated by employment of a non-linear least squares method (8) . Therefore we focused our calculation on the initial part of the Scatchard plot.
Our räsults exclude the possibility that the diabetogenic effect of glucocorticosteroids is reflected in alterations of the erythrocyte insulin receptor characteristics. 
